Optic ataxia is defined as a spatial impairment of visually guided reaching, but it is typically accompanied by other visuomotor difficulties, notably a failure to scale the handgrip appropriately while reaching to grasp an object. This impaired grasping might reflect a primary visuomotor deficit, or it might be a secondary effect arising from the spatial uncertainty associated with poor reaching. To distinguish between these possibilities, we used a new paradigm to tease apart the proximal and distal components of prehension movements. In the "far" condition objects were placed 30 cm from the hand so that subjects had to make a reaching movement to grasp them, whereas in the "close" condition objects were placed adjacent to the hand, thereby removing the need for a reaching movement. Stimulus eccentricity was held constant. We tested a patient with optic ataxia (M.H.), whose misreaching affects only his right hand within the right visual hemifield. M.H. showed a clear impairment in grip scaling, but only when using his right hand to grasp objects in the right visual hemifield. Critically, this grip-scaling impairment was absent in M.H. in the "close" condition. These data suggest that M.H.'s grip scaling is impaired as a secondary consequence of making inaccurate reaching movements, and not because of any intrinsic visuomotor impairment of grasping. We suggest that primary misgrasping is not a core symptom of the optic ataxia syndrome, and that patients will show a primary deficit only when their lesion extends anteriorly within the intraparietal sulcus to include area aIPS.
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Introduction
In a pioneering series of studies, Jeannerod (1984, 1988) proposed that reach-to-grasp actions, such as picking up a desired object, can be partitioned into distinct and quasi-independent visuomotor parts. He argued that the action of moving the arm to bring the hand to the target object (the "proximal" or "transport" component) is principally influenced by visual information signaling the location of the object, whereas the concurrent anticipatory pre-shaping of the hand and fingers in readiness for the grasp (the so-called "distal" or "grip" component) is guided principally by the geometric properties of the object. Although it is accepted that the two components must be somehow mutually co-ordinated, there is now extensive evidence that the transport component and the grip component are each controlled online by dedicated visuomotor networks within the posterior parietal cortex, in association with linked systems in the premotor cortex (Castiello, 2005; Castiello & Begliomini, 2008; Jeannerod, Arbib, Rizzolatti, & Sakata, 1995; * Corresponding author. Tel.: +44 191 334 3258; fax: +44 191 334 3241.
E-mail address: cristiana.cavina-pratesi@durham.ac.uk (C. Cavina-Pratesi). Milner & Goodale, 2006; Tanné-Gariépy, Rouiller, & Boussaoud, 2002) .
It has long been known that both components of prehension can be severely disrupted by lesions of the posterior parietal cortex. Damage to this region (particularly around the intraparietal sulcus) in humans is associated with optic ataxia (Karnath & Perenin, 2005; Perenin & Vighetto, 1988) , classically defined as a deficit in accurate reaching for visual targets (Bálint, 1909; Harvey, 1995) . In the great majority of patients with optic ataxia, grasping turns out to be impaired as well as reaching, and indeed patients will typically fumble for the target with the fingers widely spread, whatever the size of the target (Jeannerod, 1986a (Jeannerod, , 1986b Perenin & Vighetto, 1988 , Jakobson et al., 1994 . This stands in sharp contrast to the normal pattern in which the handgrip opens only so far as to exceed the target size by a safe margin, and then smoothly closes in (Jakobson & Goodale, 1990; Jeannerod, 1984) . Such distal impairments have been associated with optic ataxia since the earliest reports of misreaching following parietal damage, in both monkeys and humans (Damasio & Benton, 1979; Faugier-Grimaud, Frenois, & Stein, 1978; Ferrier, 1886 Ferrier, , 1890 Jeannerod, 1986a; Lamotte & Acuña, 1978; Perenin & Vighetto, 1988) . Indeed this close association between the distal and proximal deficits led Perenin and 
